PERISCOPE. 


941 

begins in the axis cylinder, and that paresis is the out¬ 
come of abnormal neuroglia and abnormal blood-vessels. 
Personally, Rendu, the author of the paper, inclines to 
the belief that in visceral and neural sclerosis the paren¬ 
chyma of the cell is primarily at fault, and that connective 
tissue and vascular proliferations are secondary lesions. 
Grandmaison furnishes histological proof of this in in¬ 
duced (experimental) hepatic sclerosis. This may be 
equally true of cerebro-spinal sclerosis, though without 
definite proof in the present incomplete stage of patho¬ 
logical anatomy. L. F. B. 

RECENT RECORDS OF PARESIS. 

In the “Gazette medicale de Paris,” February 13, 
1892, there is a note on Dr. Henri Evard’s “ Contribution 
to the Study of the Etiology of General Paralysis,” based 
upon fifty-two carefully recorded cases. Judging from 
these the author inclines to the belief that the most 
frequent causes of paresis are, first, a hereditary tendency 
to congestion and to conditions that predispose to con¬ 
gestions. The French journal calls attention to the fact 
that Evard neglects to mention lithasmia as a factor, and 
states that this is the origin of the congestive tendencies 
that he so readily recognizes. The second and occasional 
cause of paresis in a predisposed subject, is alcoholism. 
And the third, active and unmistakable, is syphilis. This 
view is opposed to that of Charcot, who looks upon both 
alcoholism and syphilis as exciting causes of paresis 
in persons predisposed by heredity to vaso-motor and 
trophic disturbances. The foregoing diseases in the 
parents may produce the paretic constitution in the 
child, and in this way induce paresis. Thus can be 
explained the existence (of which eight cases have 
been recorded) of general paralysis or diffuse meningo¬ 
encephalitis in adolescents. Paresis in women resembles 
that of children; and is manifested in both instances, 
psychically, as a primary dementia. 

The duration of paresis is considered at some length 
by Salgb (Centralb. f. Nervenh. u. Psych., 1891), who 
divides this disease into four different forms, each classi¬ 
fied according to the nature of its various stages and the 
particular course that it runs. The first is the foydroyant 
form that the author identifies with certain cases of 
rapid and fatal amentia. The second is depressive and 
hypochondriacal, in which the duration is somewhat like 
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the foregoing acute form. Death occurs early on account 
of refusal of food. There may be periods of expansive 
ideas. A succession of expansive and depressed states 
constitutes Mendel’s circulatory paresis, which Salgo re¬ 
fuses to recognize as a distinct entity, considering it 
without practical and scientific value. The third form 
is characterized by a longer duration of ameno-mania 
and delusions of grandeur and a more regular general 
course. Nevertheless, cases of this kind may run a suf¬ 
ficiently rapid course, dependent in this particular upon 
the paralytic symptoms. Remissions are frequent, and 
these naturally increase the duration of the disease. Re¬ 
missions can only be expected when there is embar¬ 
rassment of speech. Death is usually consecutive to 
marasmus following subacute attacks of exaltation and 
violence. Cerebral oedema, apoplectiform, or epilepti¬ 
form attacks are also frequent causes of death. Often 
between a period of remission and reprisal there is an 
intermediate state of folie raissonantc that bears a striking 
resemblance to the period of termination in cases of 
long-standing mania. The fourth is that form of pare¬ 
sis of longest duration, in which dementia and para¬ 
lytic symptoms show parallel development and in which 
there are no delusions and no ideas of grandeur. Cases 
of this kind are common, and there is not the slightest 
need of isolating or incarcerating them. They are quiet, 
not dangerous, and easily cared for at home. This fourth 
form presents the typical course of paresis. Its clinical 
facts are confirmed by autopsy. 

Salgo insist upon the appropriate analogy existing 
between paresis and chronic brain changes due to local 
lesions or to general constitutional diseases, such as 
senile changes in the brain substances and meninges; 
cerebral hemorrhage, local softening, cranial and cere¬ 
bral traumatism, chronic alcoholism, hematoma of the 
dura mater, and cerebral syphilis. These pseudo-paretic 
or symptomatic groups run a very different course from 
true paresis, have a distinctly different pathological 
anatomy, and must not be confounded in any way with 
general paralysis. L. F.. B. 

OBJECTIVE SYMPTOMS OF NEURASTHENIA. 

Among the objective symptoms of neurasthenia 
which we have gradually learned to recognize in addi¬ 
tion to the many subjective ones, the following deserve 



